A thirty three year-old, male patient was admitted at the Hospital of the São Paulo University School of Medicine, at the city of São Paulo, Brazil, with complaint of pains, tingling and decreased sensibility in the right hand for the last four months. This had progressed to the left hand, left foot and right foot, in addition to a difficulty of flexing and stretching in the left foot. Tests were positive for HBeAg, IgM anti-HBc and HBsAg, thus characterizing the condition of acute hepatitis B. The ALT serum level was 15 times above the upper normal limit. Blood glucose, cerebral spinal fluid, antinuclear antibodies (ANA) and anti-HIV and anti-HCV serum tests were either normal or negative. Electroneuromyography disclosed severe peripheral neuropathy with an axon prevalence and signs of denervation; nerve biopsy disclosed intense vasculitis. The diagnosis of multiple confluent mononeuropathy associated to acute hepatitis B was done. This association is not often reported in international literature and its probable cause is the direct action of the hepatitis B virus on the nerves or a vasculitis of the vasa nervorum brought about by deposits of immune complexes.
INTRODUCTION
Peripheral mononeuropathy is a rare complication of acute viral hepatitis, with an inferred prevalence of 0.04% 5 . It causes however, a significant injury for the patient. The clinical picture has a mean duration from three months to two years but, as a rule, has a benign evolution and complete remission of the neurological features 4, 5, 6 .
Here we report a case of peripheral multiple mononeuropathy associated to acute hepatitis B that, as already reported, followed a slow course. This is a rare complication and few cases associated with positive serological tests for acute hepatitis B were recorded in the international literature.
CASE REPORT
Male patient, 33 year-old, Brazilian, was admitted with complaint of pains, tingling and decreased sensibility on the right hand for the last four months, which had progressed sequentially to the left hand, left foot and right foot in a time period of three months after onset of the condition, without further complaints. Liver enzymes were performed three months before and showed an increase of 15 times of the ALT, above the upper normal limit. At that time he was anicteric.
He works as hairdresser and the main risk factor for his HBV infection was homossexual relationships. He denied alcoholism.
On admission serology for hepatitis B was reagent for HBsAg, IgM anti-HBc, HBeAg and not for anti-HBs and anti-HBe. Anti-HCV, HTLV and HIV serological reactions, as well as test for HIV by PCR were negatives. Erythrocyte sedimentation rate, glucose, antinuclear antibodies (ANA's) and bilirrubins are normal. Biochemical and immunological trials for liquor did not present alterations. The ALT was seven times above the upper normal limit.
The patient showed worsening of the pain, mainly in the plantar region of the left food hindering gait and disabling him for work. Upon hospitalization he reported tingling and decrease of sensibility to heat and pain on the palm side of the first, second and third fingers of the right hand. Tingling in the fifth finger of the left hand, pain and tingling on the lateral side of the right foot, incapacity to perform flexing and stretching of the left foot, severe pain and "shocks" in the plantar region of the left foot.
The physical examination disclosed no jaundice and no fever with the gait hindered by the dysesthesia of the left foot plantar region, decreased Achilles tendon reflex to the right and null to the left, bilateral decrease of the patelar reflex, diminished sensibility to pain in the first, second and third fingers of the right hand and on the instep of both feet and increased on the plantar region of the left foot and incapacity to perform flexing and stretching of the left foot.
Electroneuromyography showed severe sensitive-motor peripheral neuropathy, with an axon prevalence, with signs of denervation, causing a mild-distal impairment of the lower limbs. After sural nerve biopsy at the left, it was observed that the different epineurium and endoneurium blood vessels presented with thickened walls, while congo red test staining did not exhibit deposit of amyloid substance. The vascular wall of the epineural vessels were damaged, with intramural and perivascular inflammatory infiltration. The semi-thin slabs exhibited severe reduction of the number of myelin fibers (700 fibers/mm 2 of the endoneural area), various totally demyielinated axons were viewed and numberless digestion chambers (Fig. 1) .
We conclude that this was a case of peripheral multiple mononeuropathy associated with acute hepatitis B. After receiving Amitriptyline, Oxycarbamazepine, Chloropromazine and Tramadol on admission the patient's aching features improved. Lamivudine was started (150 mg per day) five months after the onset of the symptoms. Total recovery of the movements and of the sensibility and normal levels of transaminases were obtained seven and eleven months after the onset of symptoms, respectively.
At the eleventh month of follow up the serologic tests still disclosed seropositivity for HBsAg and HBeAg with anti-HBs and anti-HBe negative results.
DISCUSSION
The temporal relationship between the hepatic lesion and the nerve injury and the absence of another apparent cause for the neuropathy besides that of acute viral hepatitis were considered to be evidences of the association between the neuropathy and the HBV infection in this patient.
We can't attribute the improvement straightly to Lamivudine, because he was already having improvement of the symptoms before receiving this drug. Peripheral neuropathies are rare complications in patients with acute hepatitis B 1, 3, 5 . The Guillain-Barré syndrome is apparently the more common among the peripheral neuropathies associated to this viral disease 2, 5 . In acute hepatitis B other polyneuropathies have also been described 1,2,5 , however more rare than the Guillain-Barré syndrome. Peripheral multiple mononeuropathies are even more rare than the previously mentioned ones 5 .
Pathogenesis of the mononeuropathy as a complication of acute hepatitis B has not yet been fully elucidated. Studies in this area suggest that the lesion results from action of the virus itself on the nervous fibers or perhaps from deposits of immune complexes on the vasa nervorum of the nerves leading to vasculitis and consequent ischemia of the nervous fibers 3, 5, 7 .
In presence of an acute anicteric hepatitis B, peripheral mononeuropathies and polineuropathies may concurrently take place 2, 5 . Therefore, for patients with peripheral neuropathy of unknown cause such as the one presented in this report, the importance of detailed evaluation of the epidemiological history, of the liver function and of serological tests for hepatitis B virus infection must be highlighted. 
